The regulatory mechanismof anaphylactic release of histamine and SRS-Afrom passively sensitized guinea-pig" lung tissue was studied. The release of histamine and SRS-A from sensitized lung tissue was markedly decreased by preincubating with isoproterenol, aminophylline, cyclic AMP-Naand PG E2. While the release of both chemical mediators was increased by preincubating with cyclic GMP-Naand PG F2 alpha, and by preincubating with the mixture of PG E2 and PG F2 alpha (1:9) the release of both chemical mediators was markedly increased comparing with that by preincubating with PG F2 alpha alone.
of anaphylaxis (SRS-A) are released during anaphylactic reaction. It has been postulated that a variety of sympathomimetic amines were capable of inhibiting the immunologic release of histamine from passively sensitized human lung2). And further it has been described that the antigeninduced release of histamine from peripheral leukocytes was inhibited by both a betaadrenergic agent and a methylxanthine2). They attributed this effect to increases in cellular levels of cyclic AMP. The present investigation was done to clarifly the regulatory mechanism of anaphylactic release of histamine and SRS-A from guinea-pig lung tissue by preincubating with various drugs.
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Male white rabbits weighing 2.7-3.0kg
were sensitized with ovalbumen and gamma globulin were prepared from their peripheral sera by salting out method using ammonium sulfate.
Male Hartley strain guinea-pig weighing 250-300g were used. The lung tissue was dissected free of pleura, cartilage and large vessels with fine scissors and minced into fragments (30-50mg) which were washed repeatedly with Krebs-Henseleit solution until the washing were grossly free of blood. Histamine and SRS-A released from the lung tissue were quantitated by the bioassay method, the former on the guinea-pig ileum (GPI) and the latter also on the GPI with continuous infusion of mixture of mepyramine maleate (100 ng/ml) and scopolamine hydrobromide (100 ng/ml). (1:9). It is obvious from this figure that the release of histamine and SRS-A was decreased by preincubating the lung fragments with 1fig/ml of PG E2 (P<0.001, P <0.001, n=10, paired t-test) and was markedly increased by preincubating with 1 fig/ml of PG F2alpha (P<0.001, P<0.001, n=10, paired t-test).
While the release of histamine and SRS-A was increased by preincubating the lung fragments with mixture of PG E2 and PG F2alpha(1:9) comparing with that by preincubating with PG F2 Previously wereported that the mixture of PG E2 and PG F2alpha (50ng/ml) showed the maximal contraction of guinea-pig tracheal strips at the mixture ratios of PG E2: PG F2alphas1:96).
White Nemoto et al7) demonstrated that both of the serum prostaglandin Ea and F2 alpha were significantly higher in asthmatic patients than in normal subjects, and that the ratios of PG Ex andPGF2alphawere 1:9-3:7.
In the present experiments, the release of histamine and SRS-A from passively sensitized guineap ig lung fragments was markedly increased by preincubating these lung fragments with mixture of PG E2 and PG F2alpha (1:9) comparing with that by preincubating with PG F2alpha alone. These results may suggest that the patients in the status asthmaticus shows the ratios of serum PG E2:PG F2 alpha=l :9 and that at this ratio bronchoconstriction and the release of chemical mediators occur most predominantly. 
